


























acid	deprivation	(p	=	0.047).	Protein	 levels	of	 ferroportin	and/or	ferritin	heavy	chain	were	not	altered	by	AA	deficiency,	suggesting	that	they	had	no	effect	on	Fe	efflux	or	storage	 in	the	cell,	 though	iron













sequence.	 This	 form	 (+IRE/exon1B)	 is	mildly	 active	 and	 is	 found	mostly	 in	 blood	 cells	 [22].	 The	 presence	 of	 either	 exon1A	 or	 exon	 1	B	 is	 thought	 to	 have	 a	 link	with	 the	 localization	 of	 the	DMT1	 on	 different

































LL-Arginine 126.4 0.0 126.4
L-CYSTEINE∘L-cysteine·2HCl 31.3 0.0 31.3
L-HISTIDINE∘HCL∘L-Histidine·HCl·H2O 42.0 0.0 42.0
LL-Isoleucine 52.5 0.0 52.5
LL-Leucine 52.4 0.0 52.4
L-LYSINE∘L-Lysine·HCl 72.5 0.0 72.5
LL-Methionine 15.1 0.0 15.1
LL-Phenylalanine 33.0 0.0 33.0
LL-Threonine 47.6 0.0 47.6
L-TRYPTOPHAN10.20.010.2LL-Tryptophan 10.2 0.0 10.2
L-Tyrosine 36.0 0.0 36.0
LL-Valine 46.8 0.0 46.8
NON	ESS	(M7145)
LL-Alanine 8.9 8.9 0.0
L-ASPARAGINE∘L-Asparagine·H2O 15.0 15.0 0.0
LL-Aspartic	Acid 13.3 13.3 0.0
LL-Glutamic	Acid 14.7 14.7 0.0
Glycine 7.5 7.5 0.0
LL-Proline 11.5 11.5 0.0
LL-Serine 10.5 10.5 0.0
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Appendix	A
Fig.	A1	Effect	of	changing	amino	acid	concentration	on	the	DNA	content	of	Caco-2.	Caco-2	cells	were	incubated	overnight	with	differing	concentrations	of	(A)	essential	amino	acids	or	(B)	non-essential	amino	acids.	After	washing,	59Fe-NTA	was	added	on	the
apical	side.	After	30	min,	cells	were	treated	as	described	in	Materials	and	Methods	and	DNA	levels	within	the	cell	monolayer	were	measured	(in	μgDNA/mL).	Values	were	expressed	as	percentage	of	the	control	(100%	amino	acids).	Values	are	mean	±	S.E.M.,
n	=	3,	statistical	significance	was	determined	by	a	one-way	ANOVA,	p	=	0.43	(EAA)	and	p	=	0.77	(NEAA).	Ess	aa:	essential	amino	acids,	non	ess	aa:	non-essential	amino	acids,	aa:	amino	acids,	DNA:	deoxyribonucleic	acid.
alt-text:	Fig.	A1
Fig.	A2	Effect	of	changing	concentrations	of	essential	(A)	and	non-essential	amino	acids	(B)	on	the	protein	expression	of	ferroportin	in	Caco-2	cells.	Cells	were	grown	as	described	in	Materials	and	Methods	until	the	TEER	reached	240	Ω	cm2.	Cells	were	then
incubated	overnight	with	different	concentrations	of	amino	acids.	After	washing,	cells	were	scraped	of	the	plates,	centrifuged	and	ultra-sonicated.	Ferroportin	protein	expression	was	measured	in	the	cell	lysates	by	ELISA.	Values	were	normalized	to	DNA
content	and	expressed	as	%	control	(100%	amino	acids).	Values	are	mean	±	S.E.M.,	n	=	6,	statistical	significance	was	determined	by	linear	regression,	p	=	0.19	(EAA)	and	p	=	0.24	(NEAA).	TEER:	Transtrans-epithelial	electric	resistance,	FPN:	ferroportin,	ess
aa:	essential	amino	acids,	non	ess	aa:	non-essential	amino	acids.
alt-text:	Fig.	A2
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